In their insightful case report, Vander Meeren and colleagues [1] describe a 12-year-old boy with hemochromatosis associated with episodic hemolysis from glucose-6-phosphate dehydrogenase (G6PD) deficiency [1] . During the initial and thorough workup for acute hemolysis, the peripheral blood smear was examined, and the authors found that the patient's red blood cells contained an unexpectedly abundant basophilic stippling of polyribosomal origin [1] . We congratulate the authors on this case report, as it has a number of interesting clinical features [1] . However, we would like to offer an alternative view to the interpretation of this case study [1] . The patient's blood lead (Pb) level was checked and found to be 12 μg/L. Although, according to the CDC guidelines [2] , the acceptable lead (Pb) level limit of blood lead (Pb) is <5 μg/dLin children, we would like to stress that the normal blood lead (Pb) level is zero (0) [3] . We believe that exposure to lead (Pb) is an even more serious issue in children than in adults [4] . After ingestion or inhalation of lead (Pb), intestinal lead (Pb) absorption, as well as lead (Pb) absorption by the lungs, may be physiologically higher than in adults [4] . In the same way, children and adolescents metabolize lead (Pb) more rapidly than adults, leading to higher lead (Pb) absorption. There is
